tures suggest neuromuscular degeneration, particularly when the symptoms are progressive. Other neurological manifestations should be sought.
ESOPHAGEAL DYSPHAGIA
Patients with esophageal dysphagia typically complain of dysphagia for solids and/or liquids. Gastroesophageal reflux is a frequent cause of esophageal stricture. The majority of patients with stricturing secondary to reflux have a history of heartburn; however, this may be absent or remote in older patients and in those with Barrett's esophagus. Nausea may indicate reflux with or without gastroparesis. Typically dysphagia from reflux is slowly progressive. Intermittent dysphagia for solids suggests a Schatzki's ring. Esophageal or proximal gastric tumours often produce rapidly progressive dysphagia for solids in the absence of a history of any significant heartburn. Significant weight loss favours a neoplastic cause although weight loss may occur with esophageal dysmotility, usually at a slower pace. Localization by the patient of the site of dysphagia in the lower retrosternal area usually accurately indicates a more distal esophageal site of obstruction. More proximal localization of the site of dysphagia does not predict the true site of obstruction as accurately (2) .
Dysphagia for liquids as well as solids is more suggestive of an esophageal motility disorder but solid-only dysphagia may also occur with motor disorders, often in a sporadic pattern (versus the more predictable pattern noted with mechanical causes). Patients with dysmotility may note aggravation of dysphagia with colder foods. Odynophagia may occur with esophageal dysmotility. A history of heartburn in addition to dysphagia for both solids and liquids may suggest refluxinduced dysmotility, or a disease process such as scleroderma with reflux superimposed upon esophageal dysmotility.
An alternative approach is to classify motility disorders as hypomotile versus spastic. Hypomotile disorders with decreased activity in the body and/or sphincter include scleroderma and other collagen vascular disorders. These often result in gastroesophageal reflux. Spastic motor disorders with increased contraction in the body and/or sphincter include achalasia and other motor disorders listed in the primary category in Table 2 (3). These may result in functional obstruction leading to dysphagia and/or pain.
CLINICAL EVALUATION
Patient history is critically important in evaluating dysphagia (4 
PHYSICAL EXAMINATION
In patients with oropharyngeal dysphagia, the physician should make particular note of other neurological manifestations, such as abnormal speech pattern, drooling, other cranial nerve lesions or other more generalized motor abnormalities, eg, weakness or gait disturbance. The chest should be examined to rule out the possibility of aspiration pneumonia.
The patient with esophageal dysphagia should be carefully examined for any cervical lymphadenopathy, organomegaly, abdominal mass and evidence of weight loss, all of which may suggest a neoplasm. Skin lesions such as telangiectasia, sclerodactyly or calcinosis may occur in association with scleroderma and esophageal dysmotility. Occasionally a succussion splash may be heard in the chest in patients with achalasia.
APPROACH TO INVESTIGATION
The screening procedures of choice classically have been an esophagram and upper gastrointestinal series, and many family physicians follow this route. However, upper gastrointestinal series can miss significant lesions, especially in early disease and particularly if the esophageal lumen is not well distended during filming. Specialized techniques may improve the sensitivity of the examination. Video studies may be more useful in evaluating esophageal dysmotility, particularly in cases of oropharyngeal dysphagia where the x-ray is truly the only way to evaluate this area. Slow motion viewing may help to identify more minor discoordination or aspiration. After objective clinical evaluation the speech pathologist may assist the clinician in the evaluation of oropharyngeal dysphagia. Modified barium swallow using barium impregnated marshmallows or pudding may be useful. Upper gastrointestinal series is not always required first if endoscopy is to be undertaken. Certainly a negative esophaCan J Gastroenterol Vol 12 No 6 September 1998 411 CAG Practice Guidelines gram should not be considered sufficient to rule out organic disease nor should it be a reason to cease investigation of the patient with persisting dysphagia. In the patient with a significant history suggesting mechanical obstruction, endoscopy is more likely to be helpful in establishing a diagnosis because it is more sensitive in detecting mucosal lesions such as minor ulcerations and less severe changes of reflux. In addition, endoscopy offers the added benefit of biopsy and/or brushings, and offers the possibility of therapy in conjunction with the diagnostic test. If significant mechanical narrowing is identified one may proceed with dilation at the same setting. Endoscopy is quite sensitive at detecting strictures less than 10 mm in diameter but slightly less sensitive for wider strictures (6). Endoscopy may not detect tapered narrowing of the esophagus when the lumen is wider than the endoscope and there is no associated mucosal abnormality.
Neither endoscopy nor radiography are totally accurate in all situations and they are not interchangeable. Often the two are complementary and both are operator-dependent.
If patient history or barium studies suggest esophageal dysmotility one may choose to proceed directly with esophageal manometry, but in most cases it is preferable to proceed with endoscopy before manometry to ensure that no mechanical lesion is present. In some cases dysmotility may be related to unsuspected reflux esophagitis. Rarely esophageal dysmotility may arise as a result of lesions in the cardia which may be poorly identified by upper gastrointestinal series. After mechanical obstruction has been excluded one may then proceed with esophageal manometry. Several recording systems are available; discussion of the relative merits of each is outside the scope of this Practice Guideline. The typical manometric features of the major causes of motility disturbances of the esophagus are outlined in Table 3 .
THERAPY
The outcome of the diagnostic procedures dictates the therapeutic approach.
Patients with oropharyngeal dysphagia may be helped by consultations with speech pathologists and dieticians and by dietary changes including predominantly soft, puréed or jellied foods and avoidance of liquids that may be aspirated. As a short term measure in patients with oropharyngeal dysphagia, nasoenteric feeding may be useful. Oropharyngeal dysphagia from cerebrovascular accidents may gradually improve with time; however, if there is no improvement after more than a month or in cases where neuromuscular degenerative disease has caused oropharyngeal dysphagia, then management with gastrostomy is indicated. Gastrostomy may be performed using several different techniques.
Patients with mechanical dysphagia arising from esophageal lesions require appropriate dilation. Benign disease usually responds to single or repeated dilations. Surgery is rarely indicated to treat the obstruction per se, although patients with severe reflux with or without a stricture may be considered for antireflux surgery. The majority of patients respond well to medical management with dilation as necessary. There is evidence that treatment with a proton pump inhibitor lessens stricture recurrence (7, 8) .
Patients with neoplastic lesions causing stricturing require appropriate investigation to stage the disease. Surgical resection offers the only possibility of cure. If resection is not considered feasible, internal and/or external radiotherapy may be considered for squamous cell neoplasms. Chemotherapy may also be considered. Patients with unresectable disease who require frequent dilation benefit from endoprosthesis. While there is a significant risk with placement of rigid esophageal endoprosthesis, such modalities offer good palliation of symptoms. Newer expendable stents can be placed with less risk. Laser or thermal ablation of tumours are other alternatives.
Patients with esophageal dysmotility may respond to pharmacotherapy using nitrates or calcium channel antagonists, although there are no controlled trials demonstrating a benefit in motor disorders other than achalasia. Esophageal dilation is sometimes helpful. In patients with achalasia, treatment with pneumatic dilation remains the standard therapy, but in patients who would not tolerate a complication of dilation, the recent advent of botulinum toxin may offer an alternative. Current evidence suggests that the response may not be sustained. Patients failing to respond to pharmacological or endoscopic therapy may be considered for myotomy or rarely for esophagectomy.
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